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Marine turtles are long-living reptiles that have a complex lifestyle. They have their attendance all over the globe. The 
survival of turtles became pathetic due to various activities of human development exercises. Now, on the other hand, 
emerging diseases came to the platform. Disease indications are alarmingly high in the coastal belts where human activities 
are higher. Herpesviridae family members are the topmost pathogenic agents that are disturbing the survival of these long-
living animals. There are a total of five herpesviruses that are associated with diseases in sea turtles. Fibropapillomatosis is a 
catastrophic disease caused by herpesviruses, leading to characteristic tumors over the smooth surfaces of the body. Disease 
had turned out to be an upcoming invader for the marine turtle’s community. The occurrence and hurting potential of the 
disease depends upon several environmental factors. The current paper provides an evidence of how a simple disease had 
changed to the burning issue by the influence of adulterated environment during evolution; and a broad overview, clinical 
marks, and histological studies of remaining reported diseases of herpesvirus in sea turtles. 
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Introduction 
Turtles are one among the amazing creatures of 
nature. However, very little attention is paid for their 
welfare. Their population is declining at high rate 
especially by anthropogenic developmental activities 
(Figs. 1 & 2). Hence the current focus is laid on their 
protection before they become extinct. Most of the 
studies deal with fishing-related mortalities, egg 
poaching, meat consumption and illegal marketing of 
turtle shells and were considered to be threatening 
factors for their survival and also to maintain their 
population in wild
1
. On the other hand, mortality 
caused by diseases spread by viruses leading to 
considerable loss of marine turtle population is less 
accounted or least studied. The rapid increase in 
human interference with the environment has 
augmented the transformation of sporadic disease 
outbreaks to epidemic proportions
2
. 
Sea turtles are one of the most vulnerable reptiles 
belonging to the family Cheloniidae that reside in 
both aquatic and terrestrial locations in vicinity of 
marine ecosystems
2
. Because of their distinctive 
feature of migration in various zones of neritic, 
oceanic and land, they are subjected to various 
stressors that suppress the immune strength of host 
aiding the invasion of pathogens. With the 
development of mariculture; there is a prolific 
increase in diseases of marine aquatic creatures and is 
turned as a potential constraint (source of causative 
agent) in both culture-based fisheries and to wild 
stock. The culture of sea turtles is a less familiar 
concept in aquaculture which is restricted to some 
parts of the globe whereas most of the countries are 
interested in conservation strategies of wild animals. 
Turtle farming is also an alternative initiative for the 
conservation of feral stock. Chelonia mydas (Green 
turtle) is the predominantly cultured variety of sea 
turtles; began by CTF (Cayman turtle farm, 
Mariculture Ltd) since 1968, a pioneer in sea turtle 
 
 
Fig. 1 — Carapace of Olive Ridley sea turtle 






. The bitter fact is the culturing 
environment is an artificial setup that will induce the 
occurrence of new diseases (or) increases the 
virulence of endemic pathogens. The common health 
disputes are associated with various stress-related 
issues faced during the culture of turtles. General 
health management is the central point to be 
considered in aquaculture that correlates with stress, 
nutrition, and transmission of infections
4
. The culture 
of food related organisms has become a major food 
business in the industrialized world but the disease is 
a consequence lead by bacteria, fungi, parasites, and 
viruses and recent prions, which became a sky hurdle 






Herpesviruses is a distinct group of viruses with a 
huge number and wide host range affecting lower 
vertebrates (fishes, amphibians and reptiles); higher 
vertebrates (aves and mammals including humans) 
and some invertebrates like bivalves. On a general 
basis, herpesviruses are icosahedral shaped with 125-
290 kb, linear, double-stranded DNA as genetic 
material. A special advantage of the herpesvirus 
group is an exhibition of the latent phase that makes 
these viral members distinct from others; by limiting 
the expression of pathogenic genes
6
. Those genes 
which regulate the latency mechanism will provide 
ozone protection for infected host cell from host 
natural killing mechanism. The establishment and 
destructive potential of the diseases caused by 
herpesviruses are under the hands of stressors that 
compromise the immune parameters. A total of eight 
(both in fresh and marine waters) herpesviruses were 
identified in turtle’s population (Fig. 3). The current 
study is focused upon five of them (marine 
herpesviruses). They are ChHV 1 (Grey Patch 
Disease); ChHV 5 (Fibropapillomatosis); ChHV 6 
(Lung Eye and Tracheal Disease); LGRHV 
(Loggerhead Genital Respiratory Herpes Virus); and 
LOHV (Loggerhead Orocutaneous Herpes Virus). 
Out of these five marine herpesviruses, three are well 
studied due to their frequent outbreaks; while the 




The capability of herpesviruses that they can 
remain infective on surfaces of any substrate is an 
additional feature, which has a role in transmission. 
Even though the reports over herpesviral diseases are 
several and they are for a long time, there is no 







turtle herpesvirus (FPTHV) is a devastating 
monstrous viral disease with typical cutaneous 
papillomas lesions, specific to marine turtles (Fig. 4). 
Initial reports rooted from Key West, Florida long 
back during 1938, and then also very negligible 
progress was allotted for a main problematic 
infection. In later days, most of the concern about this 
disease is granted towards Green turtle (Chelonia 
mydas) because it had been reached the panzootic 
level in a particular variety. It is popular in the east 
side compared to the west side of the world. FP may 
be distributed in almost all parts of the oceans, due to 
improper monitoring; however, the prevalence of the 
disease all over the world has been not informed by 
many countries
8 
(Table 1).  
Nevertheless, remaining turtle species like 
loggerhead, Caretta caretta (Linnaeus, 1758); 
Hawksbill, Eretmochelys imbricata (Linnaeus, 1766); 
Leatherback, Dermochelys coriacea (Vandelli, 1761); 
 
 




Fig. 3 — Fibropapillomatosis 
 




Olive ridley, Lepidochelys olivacea (Eschscholtz, 
1829); Kemp’s ridley Lepidochelys kempii (Linnaeus, 
1766) and Flatback, Natator depressus (Linnaeus, 
1766) are also susceptible to this virus. This clearly 
portraits the pathogenicity and virulence of FPTHV 
towards various sea turtles. FP is very commonly 
noticed in wild populations; seldom cases were also 
indicated from culture. Thrombospondin, a tumor 
suppressor; during the cell cycle, the gene associated 
with this protein is interrupted by a virus. In one 
sentence, we can say that the quantity of 
thrombospondin is inversely proportional to the 
circulation of typical FP tumors in a host. In a brief 
sentence, it is a member of neoplastic disease with 
cutaneous and ocular tumors as it leading clinical 
signal. Nevertheless, visceral tumours were also 
occasionally noticed. This virus can resist in seawater 
for approximately 2 weeks even in the absence of a 





Causative agent (Aetiology) 
For several decades so much of confusion had 
prevailed around the area of etiological studies for 
fibropapillomatosis. The detailed relation between 
herpesvirus with the disease was proved by the 









Table 1 — Review of FP reports on various turtles around the globe 
Year  Turtle Species  Reported Area  Reason Attributed  
1996 Hawksbill turtle  Brazil  Pollution adds excessive nutrients and disease agents into the sea, that can 
lower the immune system of the turtle and make them more vulnerable to 
the disease50-53 
1999 Green turtle & Logger 
head turtle 
Florida - 
2004-2007 Green turtle  Puerto Rica, Manglar 
Bay &Culebrita 
Viral transmission  
2007 Green turtle  USA Mercury53 
2007 Green turtle  Queensland, Australia; 
Hawaiian Islands  
Presence of Lyngbyamajuscula, a tumour promoting cyanobacterium 
which is found throughout in tropical and subtropical oceans; contain 
tumour promoting compounds Lyngbyatoxin A (LA) and 
Debromoaplysiatoxin (DAT)54 
2009 Green turtle  Principe Island, Gulf of 
Guinea  
Runoff, Pesticide pollution55 
2009-2010 Green turtle  Brazil  Prevalence of disease  
2010 Green turtle  Brisk Bay  Tropical cyclone Yasi and Associated loss of sea grass56 
2011 Green turtle  USA Mercury57 
2011 Green turtle  San Diego Bay Mercury, Cadmium, Selenium, Silver, Manganese  
2011 Green turtle  Baja Cadmium58 
2011 Green turtle and logger 
head  
Queensland – Moreton 
Bay, Torres strait  
Immuno suppression or Exposure of tumour promoting compounds59 
2012 Green turtle  Upstart Bay, Cape 
Bowling  
Harmful algal blooms, Organo-chlorine pesticides& run-off 
2013 Green turtle  Upstart Bay, Cape 
Bowling  
Presence of Lyngbyamajuscula, a tumour promoting cyanobacterium  
2013 Green turtle  West Africa Manganese, Cadmium, Lead, Nickel, Arsenic, Selenium & Aluminium60 
2016 Green turtle Sao Paulo State, Brazil  Association with anthropogenic activities, adverse environment and poor 




Fig. 4 — Grey Patch Disease caused by ChHV 1 showing 
Chronic dermatitis 
 




The name of the virus is Chelonid Herpesvirus  
5 (ChHV 5) / Chelonid Fibropapilloma associated 
Herpesvirus (CFPHV) as it is early reported  
from Green turtle, so named as Green turtle 
fibropapillomatosis (GTFP). Latter it is commonly 
cited as GTFP in literature, as the incidence of FP is 
more common in C. mydas (Green turtle), whereas in 
other turtles it is seldom
11
. Recent advances in 
molecular studies had given a clear-cut idea over this 
burning issue by finding out whole-genome length i.e. 
6801 bp. Generally, based on Alphaherpesvirus 
genome size it is expected to be in the range of 124 to 
241 kbp. There are together four variants (Atlantic 
[Florida & Barbabos]; Middle Pacific [Hawaii]; 
Western Pacific [Australia] and Eastern Pacific [Costa 
Rica & California]) in fibropapillomatosis reported 
from various regions of the world. Altogether, four 
groups were made based on the investigation on 
glycoprotein B; however, there is also another way of 
classification based on phylogeography
12
. Along with 
the virus (a chief agent), there are several other 
factors, which support the augmentation of infection 





The fundamental clinical representative of FP 
infection is neoplastic tumors, which are resultant of 
hyperplasia. There may be one to many lesions with 
size ranging from 0.1 to 30 cm; affecting both dermal 
and epidermal layers. The commonly observed sign is 
the presence of fibropapillomas on external surfaces 
and fibromas over internal organs. Uncontrolled 
multiplication of papillary cells gets feedback on 
tumor formation. 
 
Stages of lesion development 
If the origin of tumors is restricted only to 
epidermal cells and rarely from the dermal layer; such 
lesions are referred to as papilloma. 
If the origin is from the dermal region, then such 
lesions are mentioned as fibromas; in this condition 
also tumors formation ends up by forming in the 
epidermal portion (Fig. 5). 
In case, if the tumors are from both layers with a 
similar severity it is called as fibropapillomas
30
. These 
three different stages of tumors are the core reasons 
for naming fibropapillomatosis. Fibromas are aroused 
in recent times; means they are in inactive condition, 
whereas the fibropapillomas are chronic forms 
probably seen on external parts
31
. Favourable areas 
for tumour formation are over soft tissues, like neck, 
flippers, area around eyes (specifically Bulbar 
conjunctiva) and remaining superficial portions 
leaving shell & plastron. Some cases mentioning 
tumor formation in only particular tissues will depend 
upon a geographical location. Other common disease 
signs are emaciation, anaemia, and lethergy
32
. 
Fibroblast and keratinocytes are the vital cells that 
undergo several multiplication stages in dermal & 
epidermal layers respectively during infection. 
Sometimes, if the tumors spread all over the body 
they will be problematic for accomplishing daily 
activities like interruption for vision, so that it can't 
feed, obstructs body movement and loss of balance 
etc.
33
. External outgrowths are benign, and may get 
disappeared or if it grows bigger, it may cause 
anaemia followed by acidosis in severe stages, but 
internal ones will lead to the death of turtle
34
. Internal 
tissue shows tumors in later stages of infection. 
Tissues include mouth, pharynx, lungs, heart, liver, 
gallbladder, gastrointestinal tract and kidney during 
higher incidence
35
. Many researchers noticed 
orthokeratotic hyperkeratosis with hyperplasia of 
epidermis ranging from 7 to 30 cells thickness
36
. 
Existence of eosinophilic intranuclear inclusion 
bodies (abundant in young tumors), vacuoles in the 
cytoplasm of epithelial cells besides to that bulging of 
outermost cells are the simple and clear indicators of 
diagnosing FP
37
. Moreover, Four C – type lectins like 
domain superfamily members include F-lec1, F-lec2, 





There is no conflict in gender affinity but in the 
female because of their lifestyle; the probability of 
disease occurrence is higher. Susceptible stages: 
Broadly, young stages are affected; but juveniles are 
the preferred stage of host life that is highly sensitive 
for large number of infectious diseases. The prime 
reason for this outcome is limited levels of immune 
power
14
. However, the development of the host is 
 
 
Fig. 5 — Classification of Herpesviruses affecting turtles 




essentially joined with a coastal zone of oceans, 
which is supported perfectly by the degraded 
environment. The rate of incidence is at apex levels in 
40 – 70 cm or 10 – 30 kg turtles. FP prevalence tends 




Quality of ecosystem & strength of the disease 
Environmental health directly reflects the health 
status of turtles
16
. They have a great role as an index 
of ecosystem wellbeing, and there are about six 
parameters that show correlation with disease 
prevalence
17
. They are as follows: 
i. Temperature: Chief water quality parameter that 
controls numerous physiological duties of any 
organism
18-19
. The occurrence of FP jumps to 50 -
70 % in the higher temperature environment. 
Another noteworthy observation is the size of the 
lesions progress during autumn and the disease is 
more predominant in tropical oceans. 
ii. Arginine: Non-endemic/opportunistic algae 
proliferation by the effect of environmental 
corruption (eutrophication) which in turn 
synthesis Arginine. Arginine can act as a potent 
immunostressor for the turtle’s immune system, it 
can also stimulate etiological agent (FPTHV) in 
constructing itself and supports the propagation of 
virus; thereby leads to the formation of tumors
20
. 
iii. Contamination: Chemical pollution, a 
predominant factor that supplies adequate 
strength for latency phase viruses to induce its 
virulence. Persistent organic pollutants (POPs) 
like PCB's, dioxins, pesticides (organochlorides), 
Hexachlorobenzene, dibenzofurans, etc., have 
fallen off effect on the immune system. 
Interestingly, a scientific community has 




iv. Parasites: Marine leeches are ubiquitous i.e they 
are found in all oceans. These leeches includes 
Ozobranches brachiatus (found only in C. mydas) 
& Ozobranches brachiatus margoi (detected  
in remaining marine turtles). They are 
hermaphroditic parasites on sea turtles which feed 
over the host blood and to lay eggs. It is 
understood that this is a potential candidate vector 
that has a major share in disease transmission, 
anyhow many other parasites are also confirmed 
as vectors including bladder parasites, barnacles, 
amphipods and blood flukes
25
. 
v. Ultraviolet light and metal pollution: Both are 
causing oxidative stress via the production of 
ROS. All heavy metals are associated with the 
poor health of turtles
26
. 
vi. Bio-toxins: They are possibly two variants A) 
Primarily Protocentrum lima and few members  
of the Protocentrum group, are epiphytic 
dinoflagellates on seagrasses which produce a 
compound named okadaic acid, an inducer of 
tumours
27
. B) Lyngobya majuscula, a cyano-
bacterium that synthesizes Lyngbyatoxin A & 
Debromoaplysiatoxin. These two compounds also 
take part in neoplastic lesions progression via 
Protein Kinase C (PKC) activators. Disease 
prevalence is more in green turtle and is strongly 
supported by the feeding habit of them (Fig. 6). 
Green turtles feed mainly upon macrophytes/ 
seagrasses at juvenile stages whereas rests of the 
turtles are mainly carnivorous. 
For a better understanding of environmental 
changes; a regular survey of water quality along with 
the health status of the animal is a must. Malnutrition 
in combination with FP advancement also has a key 
role in the present status of sea turtles
28
. Before three 
decades, FP disease was specific for one species of 
turtle that is Green turtle; while today its network of 
host susceptibility had increased to all turtles. 
Furthermore, it also augmented well in distribution to 
other parts of the globe and transformed into the 
panzootic state. From India also report on tumors of 
turtles was published from Gahirmata, Orissa but due 
to lack of complete knowledge regarding the 
infection, it was not recognized at that time. Variation 
in disease distribution is ranging from 1.4 % to 90 % 
based on area. The prevalence rate is more (40 %) in 
regions of Florida, Hawaii, and Australia. State of art 
explains the disease prevalence of FP has reached 50 





Widely noticed transmission is via horizontal 
means through body fluids, water, and other vectors. 
 
 
Fig. 6 — Mechanism of bio-toxins on FP proliferation 




PCR shreds of evidence have also declared that 
ChHV – 5 is also present in saliva & tears of the 
animal. Ideal conditions for disease infestation are 
provided by stressor factors; these factors are faced 
with inadequate amounts by younger life stages. All 
these suppress the immune complex of these 
immature forms and make them susceptible to viral 
attacks. Unfortunately, the virus had significantly 
developed in the evolutionary process and DNA of 
the virus is also detected in tumor-free portions of the 
skin, which may be in a latent stage
39
. 
Thalassoma duperrey, a member of the cleaner fish 
community found in the Pacific eastern central region 
& Hawaiian Islands (fishbase/7770). They have a 
habit of wiping the surface of other animals like larger 
fishes, turtles, etc. Gills of these particular fishes are 
proved to contain DNA of etiological agents, which 




Prevention & treatment 
Avoidance of the disease can be achieved only by 
cleaning the disposed water & agricultural runoffs, 
which in turn helpful not only for turtle’s group but 
for all marine organisms. While coming to the 
treatment techniques are removal of disfiguring 
structures through surgery (laser-mediated surgery) 




2) Gray patch disease 
 
Causative agent (Aetiology) 
The etiological organism is a Herpesvirus, named 
ChHV - 1; like many other devasting infections this is 
also a disease that is observed to a greater extent in 
cultured turtles
41
. Nevertheless, the feral population is 
also susceptible to GPD (Fig. 7). 
 
Clinical signs 
Skin plaque infection of sea turtles is designated as 
―Gray Patch Disease" (GPD). Simple indication of 
recognition is; their characteristic lesions which are 
grayish in colour. Along tropical regions, this virus 
mainly targets skin and the shell by creating its 




First form: They are benign, not capable of 
spreading and normally disappear. Lesions are a 




Latter form: This is a lethal form of GPD with 





Stress causing factors associated with high stocking 
and temperatures beyond limits are predisposing 
factors for the attack and the lesions severity is at 
higher degrees in summer seasons
45
. The crucial 
period is 2 to 6 weeks of recruits in which the 
preliminary disease infestation will occur; with a 
continuous band of 20 % mortality. At this time, 90 – 
100 % hatchings are prone to infection. But 
unfortunately, no mark of typical Gray Patch 
Disease's lesions is exhibited at this point. Another 
crucial period is 8 to 16 weeks old hatchlings; in 
which the second phase of infection will occur; with a 
comparatively low level of mortality rates. Mortality 
ranges from 5 – 20 %. However, till today no reports 
have come out about the susceptibility of turtles of 1-
year-old to GPD.  
By histology, it is found the presence of nuclear 
inclusion structures in keratinocytes, which are 
located in epidermal topmost layers (EAZWV fact 
sheet no. 26). Nuclei deviate from its shape, size and 
lose its intact contact with the cytoplasm. Sometimes, 




Electron micrography: The viruses have a core 
(nucleoid) region with distinct capsid and two envelop 
surrounding the core. The envelope and core particles 





Typically, within a year-old form won't show GPD 
infection but problems come by secondary pathogens, 
whose intensity is greater in crowded populations. For 
ChHV – 1, an inactivated vaccine has been produced 
by using skin scrapings. In comparison to the early 
phase of infection, the latter phase is the high time for 
obtaining a large amount of scraping from the skin 
that is the pathogen's source material. 
 
3) Lung-eye-tracheal disease (LETD) 
 
Causative agent (Aetiology) 
Lung-Eye-Tracheal Virus is an etiological agent, 
also referred to as Chelonid herpesvirus 6. Name itself 
implies the topical tissues affected by the virus are the 
eyes and respiratory tract.  
 
 
Fig. 7 — Stages of Fibropapillomatosis development 





Widely observed clinical manifestations are 






It is the only chelonid herpesvirus, which is 
culturable in cell lines; in Green turtle kidney cells. 
This single feature had given immense support for 
future research studies. In a strict sense, the skipper 
behind LET infection is utilized as reference/model 
pathogen for investigations of herpesviral infections 
of sea turtles regarding LETD is also a ubiquitously 
reported turtle disease globally; with mortality of 
nearly 70 %. Post-hatchlings and juveniles are most 
sensitive to this infection; making trouble for 
hatcheries. In tracheal mucosa and submucosa, giant 
cells and inflammatory cells are noticed respectively; 
with virion particles of size nearly 132 –147 nm in 
nucleus and cytoplasm for 2-3 weeks course. 
 
Transmission: 
A possible route of transmission is via a horizontal 
way. Further studies are to be carried out for ruling 
out the chances of vertical transmission. 
 
4) Loggerhead genital respiratory herpesvirus (LGRHV) and 
Loggerhead orocutaneous herpesvirus (LOHV): 
Being opportunistic pathogens, this virus utilizes 
the unfavourable conditions of host and attack them. 
In recent days two more herpesviruses are torturing 
the sea turtles; however, they are considered 
opportunistic viruses affecting the wild populations. 
The information of these two kinds of new 
herpesviruses is noticed in EAZWV Transmissible 
Disease Fact Sheet (2009) by Rachel E. Marschang. 
They are LGRHV and LOHV. The name of these 
diseases exactly justifies what are the problems they 
are causing. Earlier one causes ulcers in the trachea, 
and surroundings of cloaca & phallus, while the 
second one was known to cause ulcers over the oral 
cavity & skin with exudates with peripheral 
erythematous
47
. The spread of disease (transmission 
mode) is by venereal route; means it is a sexually 
transmitted disease. Literature about the latter 
mentioned two diseases was very limited in the 





Such herpesvirus infected animals should be 
considered ―life-long carriers‖ as they can cause latent 
infections. Robust hygiene and quarantine measures 
should be maintained
49
. Such as newly acquired 
animals should be kept isolated for at least three 
months and should undertake thorough physical 
examinations for pre- and post- quarantine. Water 
temperature may be the foremost stress factor that 
prompts gray-patch disease in sea turtles
50
. This is 
good evidence that heat is one of the stress factors 
which persuade gray-patch disease and that higher 
water temperatures tend to increase the severity of the 
lesions. So, rearing animals in a comparatively lower 
temperature range can also help to prevent disease 
outbreak. Preventive measures need to be practiced to 
reduce stress conditions that cause mortality of the 
animals. Reduction in the number of animals per tank 
(stocking density), stringent hygiene procedures, good 
water quality, and optimal water temperature will 
reduce infection rates. Vaccination in the case of 
herpesviral disease prevention and control is also 
proved an effective measure. Intramuscular injections 
of dead gray-patch virus protect against experimental 
challenge with the active gray-patch material in 
immunized animals. These preliminary studies have 






FP tumors can be surgically removed with scalpels, 
electrocautery, and CO2 lasers. By using this 
technology, surgeons can achieve homeostasis, mostly 
secondary intentional healing, diminished swelling, 
reduced risk of secondary infection, and minimized 
scarring and improved recovery of infected turtles. As 
part of recommended therapy, control of secondary 
bacterial infection is also crucial for successful 
treatment. Wide spectrum antimicrobial (enrofloxacin, 
amikacin, and ceftazidime) drugs are the most 
suitable for preventing such bacterial infections. In 
the case of spur-thighed tortoises, the application of 5 
% acyclovir ointment appeared to improve oral 
lesions. While in the case of California desert tortoise 
(Gopherus agassizii); oral administration of Acyclovir 
@ 80 mg/kg/day, has been reported effective  
and resulted in the decline of clinical and 
histopathological lesions suggestive of herpesvirus 
infection. Acyclovir and ganciclovir proved to be 






According to the literature survey, FP is a life-
threatening disease, which is one of the disastrous 




stuff to feral sea turtle populations. It is increasing 
rapidly in its network all over the global marine 
aquatic bodies at frequent intervals. Already by 
various factors; the condition of turtles reached to the 
endangered list. The entire world is struggling for the 
conservation of these IUCN enlisted endangered 
reptiles from several natural and anthropogenic 
agitations. Now emerging diseases are giving an extra 
burden for their survival. Nature is like a mirror and it 
reflects the things that we are giving. So, it is an apex 
time of alert to reduce pollution or take preventive 
measures. The supplementary investigation is needed 
to know answers for many questions such as the 
zoonotic potential of these viruses. These diseases 
increase their potency time to time and in future there 
may be a threat of losing one of the sea turtle species. 
At least now some rules are formed for the 
conservation of these threatened reptiles. Similarly, 
prevention, control, treatment of turtle diseases and 
related pathological studies should improve. Probably, 
there is a high chance of wide range distribution of 
these viruses than till now reported. Transparency in 
disease prevalence and incidence can be sorted out 
only through proper development of diagnostic 
methods. Additionally, as part of epizootiology; 
disease transmission studies are to be done to control 
the factors affecting its possible outbreak. Health 
management of aquatic animals and its environment is 
gaining momentum in recent times. Farming of 
animals acts as a platform for food safety, tourism, 
and as a conservative measure for the wild population. 
Further, it helps in determination of diseases occurring 
in sea turtles along with related investigation. Farming 
practices of such animals will minimize the hunting of 
vulnerable creatures. The current study exposed the 
environmental problems and their consequences related 
to sea turtle and also provide a specific objective for 
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